Neuro-ophthalmological examination revealed complete loss of right visual function and no right pupil response to light, although Marcus-Gunn reac tion remained. Fundoscopic examination demon strated no optic atrophy. Her left visual acuity was normal, but superior lateral quadrantanopia was detected (Fig. 1 left) . Precontrast computed tomo graphic (CT) scans demonstrated a round, homo geneous high-density mass about 1.5 cm in diameter in the right anterior suprasellar cistern, which was heterogeneously enhanced postcontrast. Magnetic resonance (MR) imaging demonstrated a supra sellar round mass with posterior high-intensity and anterior low-intensity regions on both T1 and T2 weighted images. The anterior region was enhanced by gadolinium-diethylenetriaminepenta-acetic acid (Gd-DTPA) (Fig. 2) . Right carotid angiograms demonstrated a saccular, partially thrombosed aneurysm (11 x 7 x 10 mm) in the A, portion of the right anterior cerebral artery (Fig. 3 left, center) . Left carotid angiograms with manual compression of the right cervical carotid artery revealed adequate blood flow to the right anterior cerebral artery (A, and A2 portions) (Fig. 3 right) .
The aneurysm was trapped via a right pterional ap proach 20 days later. The right C1, M1, and proximal A, were dissected. The aneurysmal dome was com pressing the right optic nerve, causing thinning and fanning. The distal portion of the right A, was dissected and the perforating arteries from the prox imal A, close to the aneurysmal dome were dissected from the neck. Application of a clip to the aneurysm was difficult due to the relatively wide neck, so Sugita 7-mm straight clips were applied to the proximal and distal A, portions without compromising small per forators. The aneurysmal dome was then opened and the intramural organized clot subtotally removed using an ultrasonic aspirator. No effort was made to dissect the dome from the thinned right optic nerve.
Surprisingly, she regained some light perception when she awoke from anesthesia. She was able to count fingers 2 days later, and regained 20/20 vision in her right eye after 1 week (Fig. 1 right) . Figure 4 shows the course of visual recovery after surgical decompression of the right optic nerve. Postopera tive bilateral carotid angiograms showed successful trapping of the aneurysm and opacification of the bilateral anterior cerebral arteries via the left carotid artery (Fig. 5) . Postoperative CT scans showed no abnormalities. (Fig. 6 left) . MR imaging demonstrated a round mass with heterogeneous intensity on both T1 and T2-weighted images. Right carotid angiograms showed a large aneurysm (15 X 12 X 20 mm) in the anterior communicating artery at the right A, and A2 junction (Fig. 6 center, right) .
A right frontotemporal craniotomy was perform ed 6 days after total loss of visual function. The neck of the aneurysm was successfully clipped and the in tramural clot removed to decompress the optic nerve. No attempt was made to dissect the aneurysmal wall from the optic nerves and chiasm.
He regained left pupil reaction to light immedi ately after the operation. Left visual acuity recovered to 10/20 and right to 30/20 by the 12th postoperative day. Neither visual field had any defect. Postoperative right carotid angiograms revealed the aneurysmal dome to be obliterated without com promising the main arteries. Kayan and Earl') demonstrated that most patients undergoing decompression of lesions acting on the optic nerves and chiasm achieved complete or nearly complete visual recovery within 15 days. Miller') reported that patients with pituitary adenoma and normal fundi invariably demonstrated impressive returns of visual acuity and measurable fields immedi ately upon recovery from anesthesia. McDonald') found two courses for visual recovery following op tic nerve decompression: rapid recovery within hours or days, and late recovery weeks later. Rapid recovery is due to the reversal of the "physiological block,"') and the late recovery is due to restored con duction through remyelinated fibers.") In our pa tients, rapid recovery of vision was observed after surgery, suggesting the former mechanism') was in volved. However, the actual mechanisms causing such striking visual recovery following surgical decompression remain unclear.
Direct obliteration of the aneurysmal neck allows observation of the microanatomical relationship be tween the aneurysmal dome and the compressed op tic nerve. In both our cases and that of Striph et al.,") the optic nerve was compressed by the aneurysm.
We trapped or clipped the aneurysm, followed by removal of the intraluminal clot, but did not attempt to dissect the dome from the compressed optic nerve to prevent further surgical damage. We recommend either internal decompression by direct clot removal or, if the aneurysm is unclippable,3) in direct reduction in size using various surgical tech niques.') Whether visual loss due to optic nerve compression can be recovered after any period is unknown,") but surgical treatment should be con sidered for any such patients. Our cases suggest that surgical decompression can achieve substantial visual recovery from monocular blindness due to aneurysmal compression of the optic nerve.
